Erythema multiforme is a reactive mucocutaneous disorder which is an acute, self-limiting, inflammatory disorder characterized by degrees of blistering and ulceration. This disorder is created hypersensitivity reaction which is triggered by certain infection, medication , food additives or chemicals. We report a case of erythema multiforme managed with prophylactic valacyclovir and systemic corticosteroid. An 47 years old female patients had lesions in the oral cavity, lips, hand and ear which had been diagnosed as erythema multiforme minor. This was not related to drug intake; it was related to food intake. We can treat this disease with valacyclovir for 2weeks to control this disorder.
INTRODUCTION:
Erythema multiforme is a reactive, inflammatory, self-healing, hypersensitive mucocutaneous disorder which is characterized by a skin eruption with or without oral or other mucous membrane lesions. This disorder could be related to immunologic hypersensitivity reaction to certain infections, medications and other triggering factor like as food additives. Erythema multiforme are four types, they are major, minor, Steven Johnson syndrome and toxic epidermal necrolysis. Erythema multiforme minor shows typical target lesions, raised atypical target lesions, minimal mucous membrane involvement and when present only 1 site most commonly in the mouth. Erythema multiforme major shows cutaneous lesion, typically both oral mucosa are involved. Oral lesions usually widespread and severe. Symmetrically distributed typical target lesions or atypical raised target lesions or both. Stevens-Johnson syndrome are mainly different from erythema multiforme major is based on the location of lesions and the presence of systemic symptoms. Primarily atypical flat target lesions and macules rather than classic target lesions. Multiple mucosal sites involved with scarring of the mucosal lesions. Toxic epidermal necrolysis shows widespread purpuric macules or flat atypical targets. When we treat this patient We found intra-oral lesions in angle of the mouth, right and left buccal mucosa extending up to the posterior part of the palate. Also, found skin lesion (target lesions) in fingers and ulcer in both ear. In this report, we discuss the case of an 47 year old female patient who was clinically diagnosed with erythema multiforme minor. The disease was controlled by the use of valacyclovir to prevent further recurrence. We can give 9 days course of systemic prednisolone.in first 3 days we can give 60 mg thrice daily, next 3 days 40mg twice daily and last 3 days 20mg once daily. In attached to systemic prednisolone we also give valacyclovir 1gm for 5 days twice daily 12 hour interval. We also used esomeprazole magnesium trihydrate 20 mg and chlorhexidine gluconate .2% gargle. 
AFFILIATION
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CASE REPORT:
An 47 years female patient came to the update Dental College & Hospital with the complaints of painful ulcers on right and left buccal mucosa extending up to the posterior part of the palate and there is hemorrhagic clusters on lips. Also found skin lesion in hand finger and ulcer in both ear. The patient had started treatment with Allopurinol, Folinic acid, Prednisolone, Gliclazide, Lactulose. She also given history of intake Pineapple after this she developed ulcers on mouth and ulcer on ear, hemorrhagic crust on lip and also developed skin lesion. This disease was diagnosed as erythema multiforme minor and this was triggered by Pineapple. We treat this patient 5 days course of valacyclovir and 9 day course of prednisolone. In first 3days we can give prednisolone 60mg thrice daily, next 3 days 40mg twice daily and last 3 days 20mg once daily. We can maintain this tapering dose. The course of valacyclovir 1mg given 12 hour interval twice daily for 5 days. And also given esomeprazole magnesium trihydrate and chlorhexidine gluconate .2% gargle. Renal & Liver functions were monitored during the coarse of treatment.No oral and skin lesions during the 7days of treatment and the disease is currently under control.
Complete healing of skin lesion on hands.
Discussion:
Erythema multiforme is an acute, sometimes recurrent, mucocutaneous condition of uncertain etiopathogenesis that can follow the administration of drugs orinfections. Infection with HSV is the most common feature in the development of erythema multiforme minor. Herpes-associated erythema multiforme (HAEM) can be found several days or weeks following an episode of HSV. Both HSV types 1 and 2 have been shown to precipitate HAEM,3 and health history, clinical observations and prospective studies indicate that most cases of erythema multiforme are preceded by infection with HSV,9 although it is important to emphasize that HSV infection may be clinically silent.10 HSV DNA has been detected in 60% of patients clinically diagnosed with recurrent HAEM and in 50% of patients with recurrent idiopathic erythema multiforme using polymerase chain reaction (PCR) of skin biopsy specimens.6 Another study11 revealed that the cutaneous lesions of patients with HAEM were infected with HSV-1 in 66.7% of cases, HSV-2 in 27.8% of cases and with both HSV types in 5.6% of cases. Typically, an erythema multiforme (minor or major) lesion begins 10-14 days following the clinical manifestations of an HSV infection. The lip is the most common site of preceding HSV infection in case of HAEM.12 In the present case, the serology for HSV was positive, confirming that the erythema multiforme was associated with an HSV infection. However, it is important to emphasize that HSV was identified only during the second episode of the disease and that HAEM was confirmed at the third episode. Several studies1,13 have demonstrated that the pathogenesis of HAEM is consistent with a delayed hypersensitivity reaction. The disease begins with the transport of HSV DNA fragments by circulating peripheral blood mononuclear CD34+ cells (Langerhans cell precursors) to keratinocytes, which leads to the recruitment of HSV-specific CD4+ TH1 cells. The Website: https://www.banglajol.info/index.php/UpDCJ inflammatory cascade is initiated by interferon-γ (IFN-γ), which is released from the CD4+ cells in response to viral antigens, and immunomodulated epidermal damage subsequently begins. 1,13,14 PCR has been employed to detect the presence of HSV DNA in HAEM lesions and tissues, and HSV genes can also be identified with reverse transcriptase PCR or immunohistochemistry using antibodies to specific viral genes. Detection of IFN-γ in HAEM lesions can also be used as evidence of virus involvement.1 Serology to identify HSV-1 and HSV-2 and to detect specific IgM and IgG antibodies may confirm a suspected history of HSV infection, although it is not necessary for diagnosis. 2 The diagnosis of HAEM is clinical and is easier when the patient develops target lesions with a preceding or coexisting HSV infection. The finding of typical skin or oral lesions (or both) in a patient with suspected HAEM supports the clinical diagnosis. In our case, diffuse ulcerations in the oral mucosa involving the buccal mucosa, the labial mucosa and hemorrhagic crusts on the lips as well as the classic skin lesions were seen Pronounced systemic signs and symptoms (cutaneous and mucosal lesions) suggested the diagnosis of erythema multiforme major. Histopathologic examination revealed a pattern that is characteristic of erythema multiforme, but is not pathognomonic.2 Subepithelial or intraepithelial vesiculation is usually seen in association with necrotic basal keratinocytes, and subepithelial edema and intense inflammatory infiltration (lymphocytes, neutrophils and often eosinophils) are present; again, these features are characteristic of erythema multiforme, but not pathognomonic. Often, the inflammatory infiltrate is arranged in a perivascular orientation that is typically seen in erythema multiforme.4 Changes affecting both the epithelium and supporting connective tissue were seen in the present case. All the symptoms together, including the clinical and histologic features as well as the patient's HSVpositive status and symptom recurrences, confirmed the diagnosis of HAEM.HAEM is often effectively managed with acyclovir (200mg, 5 times a day for 5 days), but only if the therapeutic scheme is started in the first few days. If erythema multiforme keeps recurring, a continuous low dose of oral acyclovir is necessary. 3 Oral acyclovir has been shown to be effective at preventing recurrent HAEM,10 and the protocols may include 200-800 mg/day for 26 weeks.4,10,17,18 If acyclovir treatment fails, valacyclovir can also be prescribed (500 mg twice a day). The latter has greater oral bioavailability and is more effective at suppressing recurrent HAEM.19 During the second and third episodes in this case, the patient was treated with acyclovir (1,000 mg/day), and prophylactic use of acyclovir was prescribed to prevent recurrences. The dosage of an antiviral medication may be reduced once the patient is free of recurrences for 4 months, and the drug may eventually be discontinued.2
In our case, the patient was treated for 5days with valacyclovir, starting with 2 gm/day.
CONCLUSION:
An important step in the management of erythema multiforme is recognition and withdrawl or prevention of contact with the causative agent. The diagnosis of erythema multiforme should be based on the clinical signs, symptoms and a thorough patient medical history and it is highly linked with Herpes virus or can be drug induced erythema multiforme . Patients should be informed about the condition and the importance of preventing recurrences.
